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ZeR R OMEEE (¥530) : In the current study, we performed more detailed analysis of CD9
function for the cancer stem cell properties of B—-ALL. In patient samples, CD9 was
expressed in the most cases of B-ALL cells with significant correlation of CD34-expression.
Knockdown of CD9 remarkably reduced the leukemogenic potential and affected the
expression and tyrosine phosphorylation of Src family protein and reduced the expression
of histone—deubiquitinase USP22. In malignhant mesothelioma our results showed that CD24
and CD26 differentially regulated the cancer stem cell potentials of MM and also CD26
expression closely correlated with expression of USP22. These results suggest that CD24,
CD9 and CD26 could be the promising target for CSC-oriented therapy.
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